SUMMARY We report a case of intractable glaucoma following an uncomplicated secondary posterior capsulotomy in a 48-year-old male with Fuchs's heterochromic cyclitis. The patient had been free of inflammation and glaucoma since cataract extraction 27 years previously. We also report the results of phenotypic analysis of lymphocytes removed from the anterior chamber.
The prognosis for successful intraocular procedures in eyes with Fuchs's heterochromic cyclitis has been variously reported. Franceschetti stated that the prognosis for cataract extraction in complicated heterochromia is excellent, perhaps even better than in normal eyes.' Smith and O'Connor reported minimal complications in 29 lens extractions in patients with Fuchs's syndrome.2 Conversely, Ward and Hart considered secondary glaucoma to be the most serious and most common condition associated with cataract extraction in this entity. 3 Norn reported postoperative glaucoma in seven of 19 (36%) patients undergoing cataract extraction for Fuchs's syndrome,4 and Huber described an abrupt rise in intraocular pressure following anterior chamber puncture in patients with this syndrome. 5 We describe a protracted rise in intraocular pressure following posterior capsulotomy in an eye with Fuchs's syndrome. The eye had been free of inflammation for 27 years after extracapsular cataract surgery. The glaucoma was relentless and progressive despite medical and surgical management. We report this case to remind clinicians of the postoperative difficulties which can be encountered with this disease, to point out that posterior capsulotomy may not always be a trivial procedure in such cases, and to report a technique for studying the immunocytology of inflammatory cells in the anterior chamber.
Case report
A 48-year-old white male reported to Flinders Medical Centre Eye Clinic on 5 April 1983 with a Correspondence to Dr T J Roussel.
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complaint of poor visual acuity in the right eye. A right extracapsular lens extraction had been done in that eye 27 years previously. Although there was good corrected vision at that time, his right visual acuity had decreased over several years prior to 1983. There had been no episodes of intraocular inflammation or raised pressure since the time of cataract extraction.
Visual acuity was 6/60 in the right eye and 6/5 in the left eye. There was mild heterochromia, the right iris being lighter. The right cornea was clear except for a few fine, white endothelial deposits, and there were no signs of intraocular inflammation. The posterior capsule was moderately opacified, and there were multiple condensations in the right anterior vitreous. Iris transillumination defects were noted in the right eye, and its iris vasculature was clearly visualised owing to atrophic changes of the iris stroma. Intraocular pressure was 12 mmHg by applanation, and the retinal examination was unremarkable. The left eye was normal.
On 9 May 1983 we performed an uncomplicated posterior capsulotomy through a clear corneal incision near the limbus. A trickle of blood, which appeared to originate from the angle opposite the site of entry, was noted during the procedure.
On the first postoperative day there was diffuse microcystic oedema of the corneal epithelium, a moderate aqueous inflammatory response, and a small hyphaema. Intraocular pressure by applanation was 60 mmHg. The raised pressure responded initially to acetazolamide, timolol, and atropine, so that on the following day the intraocular pressure was 20 mmHg, but still with moderate inflammatory signs in the aqueous. performed in an attempt to establish whether the inflammation was a response to previously sequestered lens remnants or to reactivation of the underlying disease. The patient was then started on dexamethasone phosphate 0-1% four times daily in addition to the acetazolamide and timolol. Signs of intraocular inflammation remained unchanged on this regimen, but the intraocular pressure slowly rose, so that by the tenth postoperative day it was consistently between 30 and 40 mmHg, and by the twentieth day it was fluctuating between 40 and 45 mmHg. At this point the patient developed acetazolamide intolerance, and the drug was discontinued. The topical steroid was increased to one drop every two hours for 10 days, then discontinued because it had no effect on the inflammatory signs and so as to eliminate the prospect of steroid responsiveness.
Because of progressive optic nerve head cupping and deterioration of the visual field, a trabeculectomy was performed on 5 September 1983. The patient did well for 18 days with a functioning filter and intraocular pressure less than 10 mmHg, but with continued signs of moderate inflammation in the aqueous in spite of the reinstitution of topical dexamethasone phosphate 0-1% every two hours.
Three weeks later the intraocular pressure had risen to 39 mmHg, with no visible conjunctival bleb and no response to ocular massage. While timolol 0-5% and atropine 0-1% drops were administered twice daily, intraocular pressure remained around 30 mmHg. Because of progressive changes in nerve head and visual field a Molteno tube6 was inserted in the superotemporal aspect of the chamber angle on 20 October 1983. Intraocular pressures remained less (Fig. 1) . Immunoperoxidase staining disclosed that 100% of the lymphocytes were positive for a pan T cell marker; 8% were Ta antigen positive and only 1% were T-8 antigen positive (Fig.  2, Table 1 ). Glaucoma, which proved relentless and devastating in this eye, is reported to occur in from 0 to 56% (average 15%) of eyes with Fuchs's heterochromic cyclitis'2 and represents the most serious complication of the syndrome.
Acute increases of intraocular pressure associated with cataract extraction in eyes with this disease have been reported.3413 Moreover, an increased pressure following paracentesis was even considered a provocative test for glaucoma in heterochromic cyclitis. 5 The glaucoma in eyes with Fuchs's syndrome is believed to be due to high outflow resistance caused by trabecular sclerosis.5 A postoperative rise in intraocular pressure such as that seen in the present case may be due to further embarrassment of already compromised outflow channels by increased numbers of chronic inflammatory cells. We doubt whether the glaucoma was related to steroid responsiveness because the intraocular pressure remained raised for nearly four months after discontinuation of topical dexamethasone prior to trabeculectomy.
The glaucoma associated with Fuchs's syndrome is said to be permanent and generally refractory to medical management but amenable to trephining procedures.'4 Unfortunately our case proved to be resistant to both medical and surgical management, perhaps not surprisingly in the face of continuing inflammation.
Although many authors offer a variety of opinions on the prognosis for intraocular surgery in eyes with Fuchs's heterochromic cyclitis, our case would support the contention that such eyes have potential for developing increased inflammatory signs and glaucoma following intraocular manipulation. Our experience also underscores the notion that glaucoma is the most serious complication in this syndrome and that it can be refractory to successful medical and surgical intervention.
Immunoperoxidase staining is an appropriate way of determining the phenotype of inflammatory cells in anterior chamber fluid. It is more sensitive than immunofluorescence and has the added advantage of providing a permanent staining reaction. The technique can be used on the small number of cells retrievable from the anterior chamber. Whether it is useful to determine the phenotypes of cells in anterior uveitis is under investigation. 
